SUMMARY Ten cases of isoimmune neonatal thrombocytopenic purpura (4 pairs of siblings and 2 singletons) are described. The condition was diagnosed by excluding other causes of thrombocytopenia, and in 8 cases it was confirmed by detecting antiplatelet antibodies in the mother. Perhaps steroids should be given to affected infants as soon as the condition is diagnosed in order to stabilise the capillary membrane. Exchange transfusion, using platelet antigen-negative blood if available, helps to remove antibodies and should be followed by the infusion of antigen-negative platelets, easily obtained from the mother by platelet-phoresis. The use of random donor platelets (as in 3 of these cases) was ineffective because 98 % of the population are platelet antigen-positive. Nine of the infants recovered completely. The exception was an infant who developed hydrocephalus, possibly as a result of intracranial haemorrhage.
possible by exchange transfusion, and then to replenish the infant's platelets with a transfusion of Pl"-'negative platelets. As in Cases 3 and 4, random donor platelets were rapidly sequestrated when infused, even after exchange transfusion, suggesting that a significant quantity of antibody remained and that the random donor platelets were PlAl-positive (Fig. 1 ). There is a 98% risk of random donor platelets being PlAl-positive and, as in Cases 1, 3, 4, and 10, the infused platelets were removed within a few hours. This has also been the experience of other workers.6 The most readily available source of PlAl-negative platelets is the mother herself. Cases 2 and 4 clearly indicate the efficacy of using platelets from the mother (Fig. 2) .
The action of prednisolone in this condition is difficult to assess and it is unlikely that it reduces the duration of the thrombocytopenia. The capillary membrane-stabilising action of steroids may help to reduce the risk of haemorrhage. In Cases 1, 2, 3, and 8, steroids had no effect on the platelet counts. Although in Case 6 the platelet count rose sharply within 36 hours of starting prednisolone, if the antibody titre is not excessively high, the platelet count could spontaneously rise to normal levels within a few days, as in Cases 5, 7, and 9.
Generally INTP follows a mild course and there is complete recovery between one and five weeks later without any sequelae. The period of greatest danger from haemorrhage is during the first 24 hours of life and is probably related to birth trauma and asphyxia. In our series all infants, except the one delivered by forceps (Case 1), recovered without sequelae.
When a pregnant mother of previously affected children is about to be delivered, one has to consider the safest way of delivering the baby with the least trauma. If an easy spontaneous delivery is not possible, the dangers of an instrumental or breech delivery have to be weighed against the relative safety of caesarean section.
In conclusion, the management of an affected infant should ideally start before birth, although it is not possible to diagnose the condition in a primigravida prenatally in the absence of an easy screening test. The administration of antepartum steroids to the mother has been suggested.7 This is not without risks and remains to be assessed. Steroids should perhaps be given to all affected infants as soon as the condition is confirmed. Exchange transfusion, using PlAl-negative blood if available, may help to remove antibody and lessen the severity of the condition. However the best way of treating a severely affected infant is by the administration of antigen-negative platelets, easily obtained from the mother by platelet-phoresis. thrombocytopenic purpura. 
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